Several instances of familial polycythemia vera (PV) have been described [1, 6, 9] ; however, no data are available on the incidence of primary or secondary thrombocytosis in the same family. Over the last 10 years we have studied 170 subjects with thrombocytosis. 133 of them (65 males and 68 females) presented a primary form: 63 essential thrombocythemia (ET), 52 PV, 5 myelofibrosis with mye-loid metaplasia (MMM) and 13 chronic myeloid leukemia (CML). The other patients (37 cases, 16 males and 21 females) showed a secondary thrombocytosis due to neoplasms, miscellaneous chronic conditions or splenectomy. The platelet count was performed in EDTA blood by phase microscope using the Un-opette diluting system (Beckton-Dickinson, USA). Platelet aggregation was performed as previously described [2] under stimuli with ADP 2 µM, adrenalin 10 µM and collagen 2µg. The platelet aggregation was expressed as normal, increased or decreased in comparison to 100 controls comparable for sex and age. Platelet serotonin content (5-HT) was evaluated by a modification of the method proposed by Udenfriend as previously described [3] (normal value: 1.5-3 nM/109platelets). In the primary thrombocytosis group we have found only 2 related subjects (1.5%) out of 133 patients. They were 2 sisters, one with PV (patient 1) and the other with an ET (patient 2). For the diagnosis we accepted the criteria proposed by Polycythemia Vera Study Group [1] . The main features of the 2 selected patients are summarized in the following In the cases of secondary thrombocytosis no familial forms were found. The fact that a sister presented a typical PV and the other an ET is of no surprise. It is well-known that the different myeloproliferative disorders are maintained to be due to an aberration of a bone marrow stem cell. The mechanism of thrombocytosis in response to different stimuli is probably individually motivated as indicated by the negative results observed in the secondary forms. Primary forms of familial thrombocytosis also seem to be a rare disorder. On the contrary, familial thrombocytopenia is much more frequent [7, 8] Dis. 18: 605-645 (1965) . Schaar, F.E.: Familial idiopathic thrombocytopenic purpura. J. Pediat. 8: 397-399(1963) . Schainson, G.: Thrombopénie familiale chronique. Nouv. Revue fr. hémat. 62: 546-551 (1968) . Weber F.P.: The constitutional and familial factor in primary and secondary polycythemia rubra. Med. Press 724: 128-133 (1927) .
